DNREYMESH#HE www.shengwuyixue.com Progress in Modern Biomedicine Voll14 NO.6 FEB.2014 . 1065 -

DOI: 10.13241/j.cnki.pmb.2014.06.017

AN R & RIH T AHDE H AR A Bl v 3L+

AE FEXR® HAZ® 4 B FRET KEET ¥ R
(WAL BEBE | IR 2 FFIRE 4158 ok 838000; 3 WIRSH R EEBERTILRL #1h K3 410013)

BE BrY: #F % e AREER T % %4 E4FEH 4 pl4ARF, plSINK4b\p16INK4a = p53 £ G1 2o J8 A e i A g AL B i
FHREFPELETR, XBXEGEATEGESHINNBTET A TRABK . EAFR P FHIRTZBE T ETHBEL
AFHESL AR EARRT EEFTTH LA, éﬁi&ﬁ‘%iﬁvﬁéjﬁ@‘ﬁﬂ’ R S R AL T A p14ARF\p151NK4b
pl6INK4a Bcl-2.p53 &k St ot eed A 5T H B R e kiE, FR:pl6INKda £ EF T Ak L& 10%(2/20) %%
KR4 CIN Fo g 2808 b A M, L b & 85%(17/20)CIN F= 75%(15/20) 85 b 2 %% Mg [a 2 & ik, CIN o5 5 5;‘*;;‘176’3
Pabk gk &2 %5 F EF E&(P<0.01),CIN F=F 3 85 09 10 R i B B R % £ 7. plSINK4D £ B TH K LR P 65%(13/20)
FikFgratk, f£100% (20/20)CIN #= 95%(19/20) &3 & F AL RF MM, Ka @ fakiik 212 E8 £ F(P>0.05),
pl4ARF £ 40%(8/20) £ & 3 L & fm oL b Ak 2 35 Fadk(1+), £ & F 8k & P Ak 2 7% 3R Ak 90%(18/20), /£ 45%(9/20)CIN
bk ik Ak R4 1A FA b Rk R R R 2 £ 5 (P>0.05), Bel-2 £ 20%(4/20 ) B3 E #i L & A A B A, A 18/20CIN ¥ 3 &
K IR B Aotk B ¥ e | TR R K Bk 90%(18/20),Bel-2 42 88 5% T 700%( 14/20) 2 3% A1 Fo 37 3% [ b, CIN Fe ' 30 55 55 F 49 Fa bt
KiEFEZEZHTEF EE (P<0.01),CIN g H SR ML AR AR EZF, P53 SRAMEERTTEEFTH LA A KL
20%(4/20), £ K % 3% CIN25% (5/20)F= 85 J P 47 FA b 85% (17/20), £k P oA A X 2 R E R TFEF TR EAA CIN BT
(P<0.05), Z&it: THHB ISR OEMOA B ELERNNSHESTITFREAFFT, IR SFTRETHSHELALALEE
ZHRGETHETRTH FAETEENL

S AR S o ) Y R

hE4#ES:R737.33, R73-3  CEKERIRAD:A EHE:1673-6273(2014)06-1065-04

Significance of Senescence and Apoptosis Associated Proteins Expression in

Cervical Squamous Carcinogenesis™
ZHOU Gui-ying', LI Zhi-yan', YANG Chun-lar’, SU Huf', LI Zhen-ze*>, ZHANG Wei-wefF, ZENG Liang™""

(1 Department of gvnaecology and obstetrics 2 Department of pathology, Tulufan district central Hospital, Tulufan, Xinjiang, 838000,
China; 3 Department of pathology, Hunan Tumor Hospital, Tumor Hospital Xiangya School of Medicine of Central South University,
Changsha, Hunan, 410013, China)

ABSTRACT Objective: Some cell cycle regulators and Senescence associated proteins, such as pl4ARF, pl15INK4b, p16INK4a,
p53 are important in G1 cell cycle arrest and oncogene-induced senescence. The genes of these key regulator proteins are often mutated
or deleted in various malignancies. This study was to explore the significance of these factors in the pathogenesis of cervical carcinoma.
Methods: Positivity rate of P16INK4a in normal cervical squamous epithelium was 10% (2/20), and 85% (17/20) CIN and 75% (15/20) in
squamous cell carcinoma which showed diffuse strong positive expression. The positivity rate of P16INK4a in CIN and cervical squa-
mous cell carcinoma was significantly higher than that of normal epithelium (P<0.01), and there was no significant difference between
CIN and squamous cell carcinoma of the cervix. Positivity rate of P15INK4b in normal cervical squamous epithelium was 65% (13/20),
and 100% (20/20) in CIN and 95% (19/20) in cervical squamous cell carcinoma with diffuse positive expression, there was no significant
difference of the positive expression rate between the groups (P>0.05). Positivity rate of PI4ARF (8/20) was 40% in normal cervical ep-
ithelial cells, and 90% (18/20) in cervical squamous cell carcinoma with diffuse strong positive expression, 45% (9/20) expression of
CIN, and no significant difference of the positive expression rate between the groups (P>0.05). Positivity rate of Bcl-2 was 20% (4/20) in
normal cervical epithelium, and 90% (18/20) in CIN, 70% (14/20) in squamous cell carcinoma with strongly positive and diffuse stain-
ing, the positive rate of CIN and cervical squamous cell carcinoma was significantly higher than that in normal epithelium (P<0.01), and
there was no significant difference between CIN and cervical squamous cell carcinoma. P53 immunohistochemical staining showed that
in normal cervical epithelial expression was 20% (4/20), 25% (5/20) in CIN and 85% (17/20) in squamous cell carcinoma, the positive

rate of CIN and cervical squamous cell carcinoma was significantly higher than that in normal epithelium (P<0.05). Conclusion: Squa-

*REETH A BAR AT R H (2010F13154)
FEHZ Ty : JREDE(1969-) , 4  ARL, {A7=F A BEIT , F2WF5T 5 10« B SR R 12 W RGRYT , B i : 13899307736
NEIRAER 52, s AR B, E-mail: zIxx03@126.com
(Wi H - 2013-06-30 #5372 H 1 2013-07-25)



- 1066 -

REYESHE www.shengwuyixue.com Progressin Modern Biomedicine Vol14 NO.6 FEB.2014

mous cell carcinoma of the uterine cervix was related to abnormal expression of many signal molecules including cell apoptosis and cell

senescence, and played a significant role in cervical squamous cell carcinogenesis and early diagnosis for cervical carcinoma.
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Fig.l Senescence associated proteins expression in cervical lesion 20%
A: pl6INK4 7EIE & E31 L B . CIN, EMEE A L P HRE,
p16INK4a expression in normal cervical epithelium , CIN and SCC tissues.
B: pI5SINK4B #EHEH LK .CIN. EHEBmAAFHRIE,
p15INK4b expression in normal cervical epithelium , CIN and SCC
tissues.
C:pl4ARF ZHIEE EH LK . CIN, EF8RHARHFRIEL, pl4ARF
expression in normal cervical epithelium , CIN and SCC tissues.
iF Note:
M. EEEMmE K ER& left: normal cervical squamous epithelium;
thid: B AEZE middle: Intraepithelial neoplasia
A0 8K ZBAAREE Right: squamous cell carcinoma
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22 CIN25%(5/20) F i Jig: A% BH A 85%(17/20), 1 8 97 Hh Y

[ 2 P53 #0 Bel2 ZEEHYRTE FHIFR I 20%

Fig.2 P53 #A Bcl2 expression in cervical lesion 20%
A: P53 EIEEEH LK .CINERSHEARAPHRIE, P53
expression in normal cervical epithelium , CIN and SCC tissues.
B: Bel2 ZHIEE EH L CIN, EBHEHRA R RIE, Bel2
expression in normal cervical epithelium , CIN and SCC tissues.

i Note:
=M EE TSR LR left: normal cervical squamous epithelium;
fhiE]: ERAEZE middle: Intraepithelial neoplasia
A0 SR ZBAARE Right: squamous cell carcinoma
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